Herpes zoster (HZ) afflicts usually older adults and causes significant suffering from acute and chronic pain, or postherpetic neuralgia (PHN).
We report a case of 79-year-old woman who presented to the Dermatology Department with a 5 days of worsening papulovesicular/vesical rash in the C7-T2 dermatomes on the left side but no other symptoms like pain, itching, hyperaesthesia, paraesthesia (Fig. 1a-c) . Other abnormal findings included: Aype II of diabetes, arterial hypertension, coronary heart disease and atrial fibrillation on long-term therapy with amlodipine, verapamil, ramipril, amiodarone and metformin. HZ infection was considered and the patient was administrated aciclovir at a dose of 800 mg 5 times a day for 7 days in the treatment. From the second day of this therapy the new vesicles were not observed, and the skin condition improved. However, after a week from the end of the antiviral treatment severe neuralgia in the left upper limb occurred. The patient received systemic analgesics (paracetamol, tramadol) for 10 days to control the pain. The recurrence of the rash and pain was not observed during the 12 months follow-up.
Painless HZ is not common, but not all that rare, and has been previously reported [1] . Nevertheless, the mechanism of painless HZ is unknown. The varicella-zoster virus (VZV) reactivation leads to inflammatory changes in the dorsal root ganglia, where the focal extravasation, oedema and lympocytic infiltration are formed [2] . The virus penetrates along the sensory nerves to the skin. The acute pain is presumably due to the VZV-induced demyelination of sensory nerve fibres. The severity and extent of HZ skin lesions correlate with the intensity of pain [2] .
We described a patient with multiganglionic HZ invloving adjacent ganglia. Despite severe and extensive skin lesions our patient did not complain of pain in the initial phase of HZ infection. As the reason of painless HZ we considered the coexistence of neuropathy linked to diabetes and chronic amiodarone treatment. However, the severe pain occurred a week after the patient was successfully treated with acyclovir. The observed pain resolved in 10 days using systemic analgesics. One could speculate that the lack of pain in acute HZ was due to a severe VZV viremia, which destroyed ganglia and peripherial nerves and caused abnormal nociception. Therefore, it can be assumed that the pain occurred after the beginning of regenerative processes in the injured ganglia and peripherial nerves. In spite of the predisposing 
